History
A 53-year-old woman was admitted to hospital with 3 weeks' history of jaundice, dark urine and pale faeces. She had been breathless on exertion, and tired for 1 week.
On examination she was pale, but deeply jaundiced. A firm, smooth, non-tender liver was palpable 10 cm below the costal margin. There was no splenomegaly and no skin stigmata of chronic liver disease.
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Investigations
Haemoglobin 6-7 g/dl, PCV 0-20, MCHC 33 g/dl, ESR 150 mm in the first hour; reticulocytes 16%; direct Coombs' test negative; haptoglobin absent' Schumm's test weakly positive; sucrose water test negative; red cell life by 51Cr labelling 15 days; stool blood loss normal; total bilirubin 200 ,umol/l (11V7 mg/dl); direct van den Bergh 149 ,umol/l (8-7 mg/dl); aspartate transaminase 357 u./l (normal value 5-42 u./l); alkaline phosphatase KAu./dl; albumin 28 g/l (2-8 g/dl); globulin 55 g/l (5-5 g/dl); IgC 35 g/l (3 5 g/dl); serum caeruloplasmin 6-8 mmol/l (43 mg/dl); antinuclear factor 1 : 20 (speckled); smooth muscle antibody titre strongly positive; mitochondrial antibody absent; liver biopsy showed chronic aggressive hepatitis.
Management
The patient was treated with prednisolone 30 mg reducing to 20 mg daily. The haemolytic anaemia responded completely and the serum proteins and liver function tests returned to normal.
Seventeen months later the prednisolone was stopped. After a further 8 weeks she was re-admitted with a 10-day history of worsening obstructive jaundice, anorexia and night sweats.
On examination she had deep jaundice and hepatomegaly as before, and was also febrile (temp.
38V5°C).
Further investigations Haemoglobin 9 9 g/dl; reticulocytes 3-30 %; direct Coombs' test weakly positive; weak titre of non-specific cold agglutinin; haptoglobin absent, Schumm's test negative; bilirubin 239 ltmol/l (14 mg/dl); aspartate transaminase >306 u./l; alkaline phosphatase 21 KAu./dl; albumin 25 g/l (2 5 g/dl); globulin greater than 75 /gl (7-5 g/dl).
A further liver biopsy 40 days after admission showed established cirrhosis. Haematological indices, serum, proteins, bilirubin, aspartate transaminase and alkaline phosphatase were seen to be normal on the sixtieth day.
Progress
The low grade pyrexia persisted until prednisolone therapy was started on the fourth day with doses up to 60 mg daily. On the tenth and eleventh day, malaise and headaches were associated with a recurrence of pyrexia of 38 8°C. Blood cultures produced a growth of Listeria monocytogenes type 1/2 sensitive to ampicillin, erythromycin and streptomycin, resistant to penicillin. By the time the organism has been isolated the fever had settled without antibiotics, and repeat blood cultures were negative.
Discussion
The association of chronic active hepatitis and haemolytic anaemia is well recognized (Dacie, 1967) .
L. monocytogenes is found widespread in nature with isolations described worldwide. Asymptomatic carriers are to be found particularly among workers in silage and meat production industries. The organism is found in the faeces and, less commonly, the nose and throat. There is no definite evidence of zoonotic transmission and L. monocytogenes is able to survive and multiply in soil (Seeliger, 1972) .
L. monocytogenes has been described as the causative organism in genital infection, recurrent abortion, gastroenteritis and particularly meningoencephalitis. It is mainly a pathogen of neonates and the elderly, and an opportunist pathogen in those debilitated by malignant disease or cirrhosis (Ales Reinlein, Florez Alia and Soriano Garcia, 1974) .
The propensity of patients with liver disease to develop bacteraemia, especially with enteric organisms is well known (Martin et al., 1956; Conn, 1964) .
The cirrhotic liver has a reduced ability to trap foreign antigens. This may be due to the shunting of portal blood, or to Kupffer cell insufficiency (Thomas, McSween and White, 1973) .
T-lymphocytes are involved in the resistance to infection with L. monocytogenes and it is known that suppression of T-lymphocyte function by steroids, azathioprine or antilymphocytic serum predisposes particularly to this infection (Gray and Killinger, 1966) . Renal allograft patients are especially at risk; pontomedullary infections (Nirmul et al., 1971; Mahony et al., 1974) and bacterial endocarditis (Leonard, Raij and Shapiro, 1973) are serious manifestations.
Results of antibiotic therapy are variable. Ampicillin is often effective treatment for L. monocytogenes infection (Nirmul et al., 1971; McNair, White and Graham, 1968) . Penicillin may be a suitable alternative, and both act synergistically with gentamicin or streptomycin (Moellering et al., 1972 Medoff, Kunz and Weinberg, 1971) .
This patient would appear to be exceptional in having recovered spontaneously from L. monocytogenes bacteraemia.
